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DECI SI ON AND ORDER ON REMAND - AWARDI NG BENEFI TS

Cl ai mant appeal ed t he Deci si on and Order - Denying Benefits as
i ssued by Adm nistrative Law Judge Donald W Msser on a nmner’s
claimand a survivor’s claimfiled pursuant to the provisions of
Title IV of the Federal Coal M ne Health and Safety Act of 1969, as
anended, 30 U S.C. 8 901 et seq. (the Act). In its Decision and
Order issued on Septenber 27, 2000, the Benefits Review Board (the
Board) affirmed in part and vacated in part, and remanded thi s case
to the admnistrative law judge for further consideration
consistent wth the Board's deci sion.

The Board affirnmed the finding that the medical evidence did
not establish conplicated pneunoconiosis pursuant to 20 C F. R
Sections 718.202(a)(3) and 718.304(c). It also affirmed the
finding of thirty-eight years of coal mne enploynent. The Board
noted that the admnistrative |law judge had found the autopsy
prosector’s report to be the nost reliable evidence, and relying
upon sanme, had determined that the Mner had established
pneunoconi osis pursuant to 20 C.F.R Section 718.202(a)(2), a
finding it affirnmed.

The Board vacated the finding, however, made pursuant to 20
C.F.R Section 718.204(b). Specifically, Judge Msser had found
that the opinions of Drs. Tuteur, Crouch, Naeye and W ot
established that a separate, non-coal mne enploynent disease,
i di opat hic pul nonary fibrosis, caused the mner’s total disability.
The Board held that the adm nistrative |law judge did not provide



adequat e reasons for crediting these nmedi cal opinions, noting that
the adm nistrative |aw judge relied upon Dr. Tuteur’s opinion, as
supported by those of Drs. Crouch, Naeye and Wot. The Board
expl ai ned as foll ows:

The record indicates that Dr. Tuteur, who is Board-
certified in Internal Medicine and Pul nonary Di sease
reviewed the nedical evidence and concluded that the
mner was disabled by and died due to idiopathic
pul monary fibrosis superinposed upon preexisting chronic
obstructive pul nonary di sease due t o snoki ng. Enpl oyer’s
Exhibits 2, 23. In contrast, Dr. Cohen, who is also
Board-certified in Internal Medicine and Pulnnonary
D sease, reviewed the nedical evidence and opined that
the mmner’s anthracosis, pul monary fibrosis, and
enphysenma were all related to coal dust exposure and
contributed to the mner’s total disability and death.
Claimant’s Exhibit 1. In crediting Dr. Tuteur’s opinion,
the admnistrative |law judge stated that Dr. Tuteur’s
credentials were “nore inpressive.”

The Board agreed with the Caimant’s argunent, that an
explanation for finding Dr. Tuteur’s credentials nore inpressive
was not provided. The Board al so questioned the adm nistrative | aw
judge’s finding that the report of Dr. Tuteur was better reasoned,
since the only reason identified by the adm nistrative |aw judge
for that conclusion was that Dr. Cohen dism ssed the mner’s heart
di sease as a potential cause of disability or death, which reason
was not supported by substantial evidence. Accordingly, the
findi ngs pursuant to Section 718. 204(b) were vacated and the matter
remanded for a reweighing of the relevant evidence to determ ne
whet her pneunobconi osis was a contributing cause of the mner’s
total disability. Gven that the sanme reasons were cited by the
adm nistrative |l awjudge to find that pneunoconi osis did not hasten
death, the findings pursuant to that section were al so vacated,
with instructions that the nedical evidence be re-weighed in order
to determ ne whet her pneunoconi osis hastened the m ner’s death.

Enpl oyer filed a tinely notion for reconsi deration, which was
denied by the Board on April 24, 2001. This matter was then
remanded to this Ofice and by Order dated August 15, 2001, all
parties were notified that this matter was being reassi gned due to
the fact that Judge Mosser was no longer with the Ofice. The
parties were given thirty days in which to submt briefs on renmand.
Enpl oyer and C ai mant both submtted briefs.

| ssues

1. Whether pneunoconiosis was a contributing cause of the
Mner’'s total disability.

2. Whether the Mner’s death was hastened by pneunobconi osi s.



3. Whether the Mner was and/or the Cainmant is entitled to
benefits under the Act.

Applicable Law and Requl ati ons

Because these clains were nade after March 31, 1980, the
effective date of Part 718, they nust be adjudicated under those
regul ati ons.

The Department of Labor has anended the regulations
i npl enenting the Federal Coal Mne Health and Safety Act of 1969,
as anmended. These regul ati ons becane effective on January 19, 2001
and are found at 20 C.F.R Parts 718, 722, 725 and 726. Al
references are to the new regul ati ons unl ess noted otherwise. 1In
its decision, the Board cited to the old regul ati ons.

The case law of the United States Court of Appeals for the
Seventh Circuit, within whose jurisdiction this case arises, is
applicable in this case.

DI SCUSSI ON

Medi cal Opi ni on Evi dence

In its decision, the Board discussed the reports of Drs.
Tuteur, Crouch, Naeye, Wot and Cohen. There are other nedica
reports of record, as detail ed bel ow

Dr. Krishna Murthy exam ned the M ner on March 25, 1988. (DX
67). A cigarette snoking history of forty to fifty pack years was
not ed, the M ner having quit snoking fourteen years ago. Forty-two
years of coal mne enploynent was al so recorded. Based upon his
exam nation, which included the taking of a chest x-ray and
pul monary function testing, Dr. Murthy diagnosed interstitial |ung
di sease of reticulo-nodular variety. Dr. Miurthy explained as
fol |l ows:

This is probably idiopathic inorigin, however in view of
t he history of exposure to coal dust | woul d suspect this

may represent coal wor ker’ s pneunoconi osi s.
Hi storically, this my be due to a conbination of
previ ous cigarette snoki ng and coal wor ker’ s

pneunoconi osis. Since there has been a progression in
synptonms | would like to rule out any infectious process
or malignant process inthis patient. Certainly, one has
to consider and exclude sarcoidosis in stage IIl and
possi bly col |l agen vascul ar di sease.

On June 20, 1988, Dr. Daniel J. Conbs exam ned the Mner. (DX
60, 61). Dr. Conbs performed an exam nation which included the
taking of histories, a chest x-ray, pulnonary function study and
bl ood gas testing. Dr. Conbs found the Mner to be suffering from
bronchi ectasi s secondary to snoker’s bronchitis. Dr. Conbs found
the etiology of the diagnosed condition to be previous pul nonary

-3



infection and environnental pollutants including cigarette snoke.
A snoking history of one to one and a half packs of cigarettes per
day fromthe age of 18 years until 1973 was recorded. Dr. Conbs
found the M ner unable to return to his coal m ne work because of
the bronchiectasis. “And pneunoconiosis” is added to that I ast
sentence, however, it appears to be in a different handwiting than

the rest of the report, and | do not find it to be reliable.
Pneunoconiosis is not listed in the typed report submtted by Dr.
Conmbs on August 1, 1998. (DX 61). Dr. Conbs noted that

bronchi ectasis accounted for 60% of the Mner’'s disability and
snoker’s bronchitis accounted for 30%

By letter dated Septenber 21, 1988, Dr. Paul Weel er stated
that he had received a chest x-ray dated June 16, 1988. (DX 68).
Dr. Wheeler stated that the Mner’s |ung di sease had devel oped and

progressed over the |ast four years. In his opinion, the natural
history of this disease strongly favored sarcoid or tunor as
opposed to pneunobconi osis. In his opinion, it was extrenely

unlikely that silicosis or coal worker’s pneunoconi osis caused the
present |ung di sease.

Dr. Jeff W Selby examined the M ner on Septenber 23, 1988.
(DX 68). Dr. Selby recorded coal m ne enploynent from 1943 until
retirement at the age of sixty-five years. Dr. Sel by al so recorded
a cigarette snoking history of one to one and a half packs per day
for approximately 45 years. Based upon his exam nation, which
i ncluded the taking of a chest x-ray, pulnonary function test and
bl ood gas study, as well as a review of nedical records, Dr. Sel by
opi ned that the M ner had a severe pul nonary abnormality. He found
that it did not appear to be due to pneunoconi osis, but rather, due
to a severe inflammatory process that nost likely was idiopathic
pul monary fibrosis. Dr. Selby stated as foll ows:

Havi ng the opportunity to review the outside reports and
wor kup separated by four years wth the obvious x-ray
abnormalities now present as conpared to ny own
interpretation four years ago, it 1is apparent and
exceedingly obvious that this is not coal worker’s
pneunoconi osi s and i ndeed, i s sonethi ng nuch nore serious
and severe.

In a letter dated March 19, 1991, Dr. Conbs stated that the
Mner had had an x-ray dated February 12, 1991, revealing
pneunoconi osis category 2/3 QT. (DX 74). Dr. Conbs al so revi ewed
the blood gas study and lung exam results. In his opinion, the
Mner’s clinical condition was conpatible w th pneunoconiosis
secondary to exposure to coal dust.

The Mner died on Septenber 3, 1994. (DX 2A). Dr. Terry
CGel hausen | i sted the cause of death as acute nyocardial infarction
and pneunoconi osis - chronic acute pneunoni a.

An aut opsy was perforned on Septenber 4, 1994, by Dr. John A
Hei di ngsfel der. (DX 3A, 4A). Based upon sane, Dr. Hei di ngsfelder
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provided an autopsy report which listed the followng G oss
Anatom ¢ Di agnosis: (1) increased pul nonary weight; (2) conplete
right pleural fibrosis adhesion; (3) pleural fibrous plaque,
di ffuse pattern, snooth, parietal pleura, left side, right-sided
diffuse irregular pattern of fibrosis and residual fibrous
adhesions; (4) pulnmonary anthracosis, nmarked diffuse pattern;(5)
mar ked ant hracosi s, peritracheal and peribronchi al | ynph nodes; (6)
extensive white to cream colored nucous accunulation, trachea,
| arge and small bronchi, bilaterally; (7) noderate trenching of
tracheal and mai nstem bronchi, mnucosal surfaces, bilaterally; (8)
pul nonary  enphysens, di ffuse parenchynal pattern, mar ked,
bilaterally; (9) subpleural and parenchymal fibrosis; interstitial
fibrosis and anthracosis, noderate, bilaterally; (10) multifocal
regi ons of nodul ar consolidation with purul ent nmucus accunul ati on
consistent with bronchopneunonia (lower |obes nore severe than
upper |obes); (11) cardionegaly with noderate left ventricular
hypertrophy; (12) right ventricular hypertrophy; (13) pipestem
calcification of left anterior descending coronary artery wth
focal 50-60% narrowing by calcific plague; noderate aortic
at herosclerotic calcific placques. In his opinion, the findings
were consistent with environnmental lung disease (Black Lung
di sease). Miltiple biopsies were taken on bilateral lung tissue,
heart, trachea and | ynph node ti ssues.

By report dated Decenber 29, 1994, Dr. Cel hausen stated that
he had been the m ner’s attendi ng physician since February 6, 1993.
(DX 4A). Dr. Cehl hausen pointed out that the Mner’s past history
i ncluded work at the tipple, where the amount of coal dust is known
to be quite high, as well as a snoking history of one to one and a
hal f packs of cigarettes per day from the age of eighteen years
until 1973. Dr. Gel hausen al so reviewed the autopsy findings. He
concl uded as foll ows:

Prior to this patient’s death his health was extrenely
conprom sed and his entire livelihood was directed by his
respiratory failure. He was alnost entirely wheel chair
bound for the last year of his life and was certainly
unabl e to pursue any outside interests. Certainly this
patient had been totally disabled from pneunoconiosis
prior to his death. The patient had been battling
recurrent lung infections and, i ndeed, had a pneunoni a at
the tinme of his death. The excessive pressure on his
heart due to t he pneunoconi osi s and pneunoni a undoubt edl y
led to his acute and sudden death due to myocardi al
i nfarction.

In a followup report dated January 10, 1995, Dr. Mirthy
stated that the Mner was first seen by himon March 25, 1988. (DX
9A). At the tinme, Dr. Murthy saw that the Mner could not clinb a
flight of stairs w thout getting short of breath. A cigarette
snoking history lasting fromthe age of eighteen years to sixty-
three years was recorded, the M ner having snoked one pack per day
for this forty-five year period. A total of thirty-nine years of
coal mne enploynent was al so recorded. Dr. Murthy pointed out
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that his |l ast contact with the Mner was in March of 1994, at which
time the Mner continued to be short of breath, even with mild
exertion. The Mner was using supplenental oxygen at two liters
per mnute continuously. At that tinme, Dr. Mirthy’ s inpression
included diffuse interstitial lung disease of fine reticular as

wel | as reticular-nodular variety, hypoxem a secondary to
interstitial lung disease, cor pulnonale and coal worker’s
pneunoconi osis and chronic bronchitis. Dr. Murthy stated that

after the Mner’'s death in early Septenber, an autopsy was
performed. At autopsy, the pul nonary parenchyma, in particular the
right lung, revealed diffuse black discoloration and there were
areas of interstitial fibrosis. Dr. Murthy reviewed additional
fi ndi ngs upon autopsy and concl uded as foll ows:

In essence, M. Hyslop had coal worker’s pneunoconi osi s
as i s evidenced by the autopsy findings of multiple foci
of nodul ar consolidation and bl ack discoloration of the
upper lung fields and peritracheal as well as
peri bronchial [|ynph nodes. He also had evidence of
chronic bronchitis related to chronic cigarette snoking.
It woul d appear, fromthe autopsy findings, that he had
predom nantly coal worker’s pneunoconi osi s whi ch was nost
certainly a contributing cause of his death

Dr. Murthy is board certified ininternal nmedicine, pul nonol ogy and
critical care nedicine.

Dr. John C. MaclLennan submtted a report dated January 11,
1995. (DX 5A). Therein, he stated that he attended the Mner from
August 2, 1994, to August 9, 1994. Based upon his review of the
M ner’s work and snoking histories, as well as his exam nations of
the Mner and his review of the autopsy findings, Dr. MacLennan
opi ned that the M ner was permanently and total ly di sabl ed by Bl ack
Lung Disease in the final years of his life, and while it was not
a direct cause of his death, it was a very significant contributing
factor to his death. Dr. MacLennan expl ained that this was because
“cor pulnonale and respiratory failure, both of which were brought
on by Black Lung di sease, put an additional strain on his heart.”
Dr. MacLennan is board-certified in internal nedicine with a
subspecialty in cardiol ogy.

Dr. John A. Hei di ngsfel der reviewed ten m croscopi ¢ H&E sl i des
by report dated August 17, 1995. (DX 12A). Dr. Heidingsfelder is
board-certified in anatom c and clinical pathol ogy. He is also
board-certified in forensic pathol ogy. Based upon his review, Dr.
Hei di ngsfelder found (1) pleural, subpleural and interstitial
pul monary fibrosis, marked; (2) pulnonary anthracosis, marked,
associated with focal anthracotic macular l|esions; (3) pulnonary
enphysema, noderate to marked; (4) acute and chronic bronchitis;
(5) pneunonia; (6) pulnmonary fibrohyaline nodule formations; (7)
parietal plural and epicardial surface of heart fibrous plaque
formations; (8) |ynph node show ng marked anthracosis; and (9)
heart show ng pat chy myocardi al fibrous replacement and evi dence of
myocardi al cell hypertrophy. 1In his opinion, the nmacroscopic and
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m croscopic findings revealed severe chronic lung disease
consistent with environnental |ung disease (Black Lung D sease).

On May 23, 1995, and in response to a request from the
Depart ment of Labor for a “Reasoned Medical Opinion,” Dr. Sarah B
Long submtted a witten statenent, indicating that in order to
docunent coal worker’s pneunoconi osi s, she needed t he pat hol ogist’s
report of mcroscopic exam nation. (DX 8A).

On February 13, 1996, and after reviewng the mcroscopic
portion of the autopsy report, Dr. Long concluded that death was
due to pneunoconiosis. (DX 13A). She stated as foll ows:

The mcroscopic examnation of the lung tissue is
consistent with coal worker’s pneunoconi osis. Hi s death
was due to respiratory failure and pneunoni a. In ny
opi nion the underlying coal worker’s pneunopconi osis was
a significant contributing cause in this man’s deat h.

On April 11, 1996, Dr. Ednmond C Crouch submtted his
pat hol ogy consultation report. (EX 1). Therein, Dr. Crouch
recorded that he had reviewed ten glass slides wth the
correspondi ng autopsy report regarding the Mner. Dr. Crouch found
hi stologic evidence of dust exposure, but no histologically
di scernabl e dust-related |ung disease. In particular, he found
t hat pat hol ogi c changes of coal worker’s pneunopconi osis were not
identified, finding no coal dust macul es, m cronodul es, or nodul es
or focal enphysema. No silicotic nodul es were observed. In his
opinion, the findings were consistent with idiopathic pul nonary
fibrosis. Dr. Crouch concluded that occupational coal dust
exposure could not have caused any functional inpairnment or
respiratory disability and could not have contributed to or
ot herwi se hastened death from end stage pul nonary fibrosis. Dr.
Crouch is board-certified in anatom c pat hol ogy.

Dr. Richard L. Naeye submtted a report dated April 22, 1997,
having reviewed nedical reports, the death certificate, autopsy
report and ten glass slides of tissue renoved at autopsy. (EX 2).
Based upon his review, Dr. Naeye found the major abnormality
present to be massive interstitial fibrosis that in many areas had
devel oped into a dense fibrosis that had repl aced al nost all normal
lung tissue. He found a small anmount of black pignent in the
lungs. In his opinion, none of the characteristic findings of coal
wor ker’ s pneunoconi osis were present in the Mner’s lungs. There
were no mcronodules in his lungs, no fibrous tissue or focal
enphysena i ndependent |y associated with the bl ack pignent that was
present, and the |arger birefringent crystals that were adm xed
with the black pignment were presumably silicates which were non-
toxic. Dr. Naeye found death to have been the result of a very
advanced interstitial pulnonary fibrosis, superinposed acute

| obul ar pneunpbnia and a nyocardial infarction that led to
progressive cardiac failure. None of these disorders were the
consequence of occupational exposure to coal mne dust. “Bei ng

absent, CW could not have prevented this man from doing hard
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physical work and it did not hasten his death.” Dr. Naeye is
board-certified in anatom c and clinical pathol ogy.

Dr. Peter G Tuteur submtted a report on Novenber 21, 1997
havi ng revi ewed nedi cal records dating from1976 to 1997, incl uding
the autopsy report and pathology consultation reports of Drs.
Crouch and Naeye. (EX 3). Based upon the totality of the avail able
medi cal data, Dr. Tuteur concluded that the Mner died at the age
of 84 years “with and because of coal mne dust unrelated health
probl ens.” Those probl ens i ncl uded recurrent acut e bronchopneunoni a
superinposed on end-stage interstitial pulnonary fibrosis (U P)
wi th honeyconbing features and arteriosclerotic heart disease
associated with congestive heart failure, all superinposed on
cigarette snoke-induced chronic obstructive pul nonary di sease.

In his opinion, none of these conditions were in any way
related to, aggravated by or caused by the inhalation of coal mne
dust or the devel opment of coal worker’s pneunoconi osis. Dr.
Tuteur stated that the autopsy evaluation confirmed the absence of
fulfillment of criteria for coal worker’s pneunoconiosis, and
confirmed the presence of the “specific” diagnosis of wusual
interstitial pneunonitis so advanced as to formhoneyconb lung. It
was this condition, unrelated to the inhalation of coal m ne dust
and conplicated by cigarette snoke-induced chronic obstructive
pul monary di sease as well as arteriosclerotic heart di sease | eadi ng
to recurrent infectious bronchopneunonia that resulted in the
Mner’s ultimte death. Dr. Tuteur found no evidence that the M ner
suffered fromcoal worker’s pneunoconiosis during his |ife, or any
ot her coal m ne dust-induced process. Though Dr. Tuteur found that
the Mner was clearly disabled during Iife, neither coal worker’s
pneunoconi osis, nor any coal mne dust-related disease process
contributed to this disability in whole or in part. Dr. Tuteur is
board-certified in internal nmedicine and pul nonary di sease.

The deposition testinony of Dr. Naeye was taken on Decenber
17, 1997. (EX 18). Dr. Naeye testified that in his opinion, when
an individual has evidence of pneunopconiosis on autopsy but the
chest radiographs tended to be interpreted as negative by B-
readers, the prosector only renoved the bl ackest things that he or
she could find and, in essence, nmade a diagnosis of CAWP which is

nore severe than was actually present. 1In his opinion, the finding
of anthracotic pignment is not the same as a finding of coal
wor ker’s pneunpconi 0Si S. If there is no fibrosis or focal
enphysema associ ated with the bl ack pi gnent found in the | ungs then
the black pignment itself wll not cause any abnormality in |ung
function. Dr. Naeye reiterated his findings upon review of the
evi dence herein. He found massive interstitial fibrosis to be
present. There was sone black pignent in the Mner’s |ungs,
however, it was only small in anount. There was fibrous tissue in

sone of the places where there was black pignment, however the
fibrous tissue al ways extended far beyond the black pigment. This
was why Dr. Naeye was able to conclude that the relationship
between the two was not cause and effect. In his opinion, the
bl ack pignment had just “been there earlier and then this other
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di sease process cane along, probably a viral infection in his
I ungs, and fibrous tissue was |aid down.”

Dr. Naeye stated that the bl ack pignment which was found was in
t he usual places where one would expect to find it in a coal
wor ker. There, was however, only a small anmount. C assic macul es
and m cronodul es were not present in the Mner’s lungs. As Dr.
Naeye expl ai ned:

The only places where there was sone bl ack pignment were
areas where there had been trenendous damage i n the | ungs
so the black pignent couldn’t be transported to the
| ynphatics and ot her normal structures in the |ung.

It was Dr. Naeye's conclusion that the Mner did not suffer from
coal worker’s pneunpconi osis “because none of the characteristic
findings of coal worker’s pneunoconiosis were present.” He found
no anthracotic m cronodul es or focal enphysema. Death was due to
a conmbi nation of interstitial fibrosis which nmade many parts of the
| ungs non-functional with a superinposed acute | obular pneunoni a
whi ch was very advanced and very severe in sone areas, and the old
myocardi al infarcts. None of these conditions were related to coal
m ne dust exposure.

Upon reviewng the report of Dr. Heidingsfelder, Dr. Naeye
stated his agreenent that anthracosis was present, although in his
opi nion coal worker’s pneunbconi osis was not present. He al so
found fibrous tissue to be present, pulnonary enphysema to be
present, acute and chronic bronchitis to be present and pneunoni a
to be present, as those were set forth in Dr. Heidingsfelder’s
report. In fact, Dr. Naeye agreed with Dr. Heidingsfelder’s
assessnent. He also stated his agreenment with the assessnent
rendered by Drs. Crouch and Tuteur. When asked how he knew t hat
coal dust did not cause the Mner’'s idiopathic interstitial
pul monary fibrosis, Dr. Naeye responded that it was “[Db]ecause
that’s not a disease process that is produced by coal worker’s
pneunoconi osi s.”

The deposition testinony of Dr. Sel by was taken on Decenber
19, 1997. (EX 19). Dr. Selby testified that he exam ned the M ner
in 1984 and in 1988, and that he al so had the opportunity to review
medi cal records of the Mner. Dr. Selby stated that when he
exam ned the M ner in 1988, the pul nonary function studi es were not
consistent wth sonething one would see with coal worker’s
pneunoconi osis since the Mner had been out of the coal mne for
about ten years when he was seen in 1984. Dr. Sel by expl ai ned:

If this was coal worker’s pneunoconiosis, it should have
been very static or stable four years later and should
have corrected for his age in regards to his pul nonary
function testing....So this is a dramatic decline that
should not at all be consistent with coal worker’s
pneunoconi osi S.



Dr. Selby's review of chest x-rays in 1988 resulted in the
opinion that there was an interstitial infiltrate consistent with
an intrinsic inflamatory process rather than silicosis or any
i nhal ed dust. Dr. Sel by stated that his “highest choices” included
idiopathic fibrosis or pulnonary fibrosis, allergic alveolitis,
sarcoi dosis, |lynphangitic <carcinoma or a variety of other
infiltrated lung diseases. Wen asked to explain what an
i di opathic pulmonary fibrosis is, Dr. Selby called it a “diagnosis
of exclusion wusually,” as one “doesn’'t really know why an
i ndi vi dual should develop it.” When asked if anthracosis was the
sanme as coal worker’s pneunoconiosis, Dr. Selby replied that it was
not. Anthracosis was black pignment in the |ung which can result
fromcigarette snoking, living in a crowded urban area, working in
a coal mne or any other carbonaceous inhalation condition. Coal
wor ker’ s pneunpconiosis is a specific pathologic pattern usually
associ ated with focal enphysena and the particul ar characteristics
of scarring that is fairly specific to just coal worker’s
pneunoconi 0Si S. After reviewmng the autopsy information in
conjunction with the two exans he hinself perfornmed on the M ner
during his lifetime, Dr. Selby opined that the Mner had no
contribution of coal m ne dust to cause COPD or enphysema. 1In his
opi nion, the Mner did not suffer fromcoal worker’s pneunoconi osi s
or any di sease of the |lungs caused or aggravated by his exposure to
coal mne dust for nearly forty years. Death was due to idiopathic
pul nmonary fibrosis, |ongstanding, end stage.

In a deposition taken on March 30, 1998, Dr. Jerone Wot, who
is a B-reader and a board-certified radiologist, testified
regarding the difference between coal worker’s pneunoconi osis and
i di opat hic pul nonary fibrosis. (EX 22) In his opinion, the chest x-
rays he reviewed reveal ed idiopathic pul monary fibrosis, and not
coal worker’s pneunoconiosis. The fornmer condition was not rel ated
to coal m ne enpl oynent.

Dr. Robert Cohen submtted a report dated April 13, 1998. (CX
1). Dr. Cohen is board-certified ininternal nedicine and pul nonary
di sease. Dr. Cohen recorded the Mner’'s work and snoking
hi stories, and reviewed the nedical records from 1976 through the
M ner’s death and the autopsy report and consultative opinions on
aut opsy report and slides. Based upon his review, Dr. Cohen opined
that the Mner did suffer from coal worker’s pneunoconiosis. He
based his opinion on the Mner’s thirty-eight years of coal mne
enpl oynment, his synptons of chronic respiratory distress, the
fi ndi ngs upon physi cal exam nati ons begi nning i n 1980 when wheezi ng
was heard, revealing numerous findings consistent with chronic
respiratory di sease, x-ray evidence, pul nonary function studi es and
aut opsy evi dence. It was his opinion that the Mner began to
experience synptons of dyspnea while still in the coal mnes, and
that he devel oped the beginnings of restrictive lung disease in
1979. H s synptons progressively worsened with acceleration
begi nni ng around 1986 or 1987.

According to Dr. Cohen the autopsy made it clear that the
m ner suffered fromlong termand chronic anthracosis as well as
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silicoanthracosis which was associated with chronic and eventual ly
massi ve pul nonary fibrosis. The Mner also had chronic bronchitis
and cor pul nonal e arising fromhis chronic pul nonary condition. It
was Dr. Cohen’s opinion that exposure to coal dust in over thirty-
five years of wirk at the tipple “certainly contributed
substantially to [the Mner’s] anthracosis, silicoanthracosis, and
pul monary fi brosis. Coal dust along with his 45-65 pack year
t obacco snoke exposure contributed to his enphysema and chronic
bronchitis.” Dr. Cohen concluded that the Mner was unable to
perform his last coal mne duties, suffering from a severe and
di sabling pul nonary inpairnment. Death was due to severe end stage
| ung di sease from pneunobconi osi s, repeated pneunoni as, right sided
heart failure and a possi bl e conponent of congestive heart fail ure.
He did not think that an acute heart attack caused the Mner’s
death, and even if it did, it would only have been the “fina
pat hway cause by the enornous stress of his end stage pul nonary
process.” Dr. Cohen concluded as foll ows:

..M. Hyslop’s nearly 40 years of exposure to coal dust
was significantly contributory to the devel opnent of his
severe coal worker’s pneunpbconiosis, anthrasilicosis,
pul monary fibrosis, severe restrictive lung disease with
di ffusioninpairnment, and severely altered gas exchange.
Thi s pul nonary inpairnment was disabling, and ultimately
lead to his death

Dr. Cohen further stated that the aut opsy reveal ed evi dence of
clunps of anthracotic pignent, which, in his opinion, is the
“classic coal macule.” Dr. Cohen found no doubt in his mnd that
the Mner’'s nearly forty years of exposure to coal dust was
significantly contributory to the developnent of fibrosis and
scarring in his lung. He added, “In fact, it makes little sense to
attribute this patient’s extensive pulnmonary fibrosis to
“idi opat hic” or unknown cause, when he has nearly 40 years exposure
to a known cause of fibrosis, coal dust.”

Dr. Tuteur submtted a supplenental report on June 2, 1998.
(EX 23). At that time, he had reviewed the report of Dr. Cohen
the deposition testinmony of Drs. Naeye, Wot and Selby and
sevent een additional chest radiographs. Dr. Tuteur stated that
this data continued to support the conclusions reached and
expressed in his prior report. Wth regard to the opinion
expressed by Dr. Cohen, Dr. Tuteur stated as foll ows:

Refl ecting on the basis of Dr. Cohen’s opinion, one
recogni zes that M. Hyslop was exposed to sufficient
anounts of coal mne dust to produce coal workers’
pneunoconi 0sis in a susceptible host. The concentration
of coal mne dust envisioned by Dr. Cohen is likely an
overestimate since he believed that the tipple was
| ocated in an “encl osed building” and that visible dust
can be equated with respirable dust. These latter two
statenents are incorrect.
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In Dr. Tuteur’s opinion, while the Mner did suffer from synptons
of chronic respiratory disease, these synptons are not regularly
associ ated wi th coal worker’s pneunoconi osis, but with a cigarette-
snoked i nduced chronic obstructive pul nonary di sease. Dr. Tuteur
found that Dr. Cohen had m s-characterized t he autopsy evi dence, as
the “[c]areful conpetent mcroscopic evaluation of lung tissue
failed to fulfill even rudinentary criteria for the diagnosis of
coal worker’s pneunoconiosis.” It was Dr. Tuteur’s opinion that
the Mner did have a disabling pulnonary/respiratory condition
which was cigarette-induced and in later life conplicated by
idiopathic interstitial pulnonary fibrosis. None of the Mner’s
disability was related in whole or in part to coal mne dust
exposure, nor did it hasten or contribute to his death.

Total Disability Due to Pneunbconi 0Si s

Judge Mosser determned that the Mner suffered from
pneunoconi osi st and that he was totally disabl ed. The i ssue herein
is whether his total disability was due to pneunoconi osis. Total
disability due to pneunpconiosis requires that pneunoconi osis as
defined in 8718. 201, be a substantially contributing cause of the
mner’s totally disabling respiratory or pulnonary inpairnment.
Substantially contributing cause is defined as having a “materi al
adverse effect on the mner’s respiratory or pul nonary condition”
or as “materially worsen[ing] a totally disabling respiratory or
pul monary inpairnment which is caused by a disease or exposure
unrelated to coal mne enploynent.” 8718.204(c)(21)(i) and(ii).
Absent a show ng of cor pul nonale or that one of the presunptions
of 8718.305 are satisfied, it is not enough that a mner suffer
from a disabling pul nonary or respiratory condition to establish
that this condition was due to pneunoconi osis. See 8718.204(c)(2).
Total disability due to pneunoconiosis nust be denonstrated by
docunented and reasoned nedical reports. [/d. Prior to the
regul ati ons being anmended, the Seventh G rcuit had held that
pneunoconi osi s nmust be a “sinple contributing cause” of the mner’s
total disability (pneunbconi osis nust be a necessary, but need not
be a sufficient cause of mner’'s total disability). Hawkins v.
Director, OACP, 907 F.2d 697 (7'" Gr. 1990).

Upon review ng the nmedi cal opinion evidence of record, | find
that it is sufficient to establish that the Mner’s pneunpconi osi s
was in fact a contributing cause of his total disability.
Significant to this decision, is the definition of pneunobconi osis.

Section 718.201 defines pneunoconiosis as a chronic dust
di sease of the lung and its sequelae, including respiratory and
pul mronary inpairnments arising out of coal mne enploynent. This

'n its brief, Enployer contends that the issue of
pneunoconi osi s should be revisited. The undersigned declines to
do so, however. For the reasons stated by Judge Mbsser, and
affirmed by the Board, the autopsy evidence supports a finding of
pneunoconi osi S.
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definition includes both clinical or “nedical” pneunoconiosis, and
statutory or “legal” pneunobconiosis. Pursuant to 20 C F.R
8§718.201(a)(2), legal pneunoconi osis enconpasses any chronic |ung
di sease or inpairnent and its sequelae arising out of coal mne
enpl oynent . A disease “arising out of coal mne enploynent”
i ncl udes any chroni c pul nonary di sease or respiratory or pul nonary
inmpairment significantly related to, or substantially aggravated
by, dust exposure in coal mne enploynent. 20 C F.R §8718.201(b).
The regul ati ons al so acknow edge t hat pneunoconi osis i s recogni zed
as a latent and progressive disease which may first becone
detectabl e only after the cessation of coal m ne dust exposure. 20
C. F.R 8718.201(c).

Dr. Gelhausen was a treating physician who also had the
opportunity to review the autopsy evidence. |In his opinion, the
M ner had been totally disabled by pneunoconiosis during his
lifetime, and the disease was also a factor in his death. Dr.
Hei di ngsfel der, who perforned t he autopsy, found anthracosis to be
present, further finding a severe chronic |ung di sease consi stent
with Black Lung. In 1988, Dr. Murthy was equivocal in his
di agnosi s of coal worker’s pneunoconi osis, however, after having
the opportunity to review the autopsy report, he opined that coal
wor ker’ s pneunbconi 0sis was present and same was a contributing
cause of death

Dr. MacLennan, who treated the M ner shortly before his death,
opined that he was disabled as a result of his coal worker’s
pneunoconi osis, and that it was a factor in the Mner’s death. Dr.
Long al so found that the di sease was a factor in the M ner’s deat h.
Finally, Dr. Cohen, who reviewed the nedical evidence herein,
determ ned that the M ner’s pneunopconi 0si s was a contri buting cause
of his respiratory disability and deat h.

By contrast, several physicians who reviewed the nedical
evi dence of record, found that pneunobconiosis was not a factor in
the Mner’s inpairnent or death. Thus, Dr. Crouch found i di opathic
pul monary fibrosis, specifically finding that pathol ogi c changes of
coal worker’s pneunoconi osis were not present. Dr. Naeye also
found that the characteristics of coal worker’s pneunoconi 0si s were
not present, specifically finding the disease to be absent. In his
opi ni on, death was unrel ated to occupati onal exposure to coal dust.
In his deposition testinony, Dr. Naeye conceded that Dr.
Hei di ngsfel der’s assessnent that anthracosis was present was
accurate, but stated that it was not the sane as a finding of coal
wor ker’ s pneunopconi 0sSi S.

Dr. Sel by, who had the opportunity to exam ne the Mner and
review the autopsy findings, opined that the Mner did not suffer
from coal worker’s pneunpconi osi s. In his opinion, the Mner’s
i diopathic pulnonary fibrosis was the cause of his death. Dr.
Tuteur also found that coal worker’s pneunoconiosis was not
present. Dr. Wot found the Mner to have been suffering from
i di opat hi c pul nonary fibrosis.
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Wth regard to those physicians who find that coal worker’s
pneunoconi 0si s was not present, despite the findi ng of anthracosis,
| find that their opinions run contrary to the definition set forth
under the Act and regulations. See 20 C F. R 718. 201, Peabody Coal
Co. v. Director, OACP, 972 F.2d 178 (7'" Cir. 1992); Taylor wv.
Director, OACP, BRB No. 01-0837 (July 30, 2002 (unpublished). No
only is anthracosis included in the definition of pneunobconiosis,
but any pul nonary condition which is significantly related to, or
aggravat ed by, coal m ne dust exposure falls into that definition.
For this reason, and given their failure to acknow edge that
anthracosis is accepted for the purposes of the Act, as coal
wor ker’ s pneunoconi osis, the opinions of Drs. Tuteur, Naeye and
Crouch are not as persuasive as those of Drs. Heidingsfelder,
Murt hy, MacLennan, Long and Cohen.

Most persuasive to the undersigned is the opinion of Dr.

Cohen, who revi ewed ext ensi ve medi cal evi dence, whose
qualifications are excellent and whose reasoning as set forth
above, is the nost conpelling. To claim that the Mner, who

clearly had anthracosis, nearly forty vyears of coal mne
enpl oynent, objective laboratory findings and findings upon
physi cal exam nation which supported a finding of pneunoconiosis
and total respiratory disability, was disabled as a result of a
pul nonary condition whose etiology is unknown is just not
per suasi ve.

As Dr. Cohen pointed out, “it nakes little sense to attribute
this patient’s extensive pulnonary fibrosis to ‘idiopathic’ or
unknown cause, when he has nearly 40 years exposure to a known
cause of fibrosis, coal dust.” The opinions of those physicians
who conceded that the M ner did have anthracosis, but goonto find
no coal worker’s pneunoconiosis or disability due thereto, are
out wei ghed for the reasons set forth above. Simlarly, those
physicians who find no evidence of any coal mne dust related
di sease or process to be present are not persuasive, given the
autopsy report and indeed, the totality of the nedical evidence.
It should al so be noted that several of the physicians who find the
di sease to be present and to have been disabling are board-
certified, and were the Mner’s treating physicians. See 20 C.F.R
Section 104(d). | find that their nedical opinions are well -
reasoned and wel | -supported by the objective |aboratory data of
record, as well as by the opinions of Drs. Heidingsfel der, Cohen,
Long, and Conbs.

Based upon the opinions of Drs. Cohen, Mirthy, Gelhausen

MaclLennan, and Hei di ngsf el der, I find that the Mner’s
pneunoconiosis was a contributing factor to his respiratory
disability. It is within the province of the admnistrative |aw

judge to wei gh the nedical opinion evidence, and he is “not bound
to accept the opinion or theory of any nedical expert.” Underwood
v. Elkay Mning, Inc., 105 F.3d 946, 949 (4'" CGr. 1997). The
adm nistrative | aw judge nust exam ne the reasoning enployed in a
medi cal opinion in |light of the objective material supporting that
opi nion, and al so nust take into account any contrary test results
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or diagnoses. See Drector, OACP v. Rowe, 710 F.2d 251, 255 (6'"

Cr. 1983). In so doing, | find the reports of the aforenentioned
physicians to be worthy of greater weight, and find that they are
sufficient to establish that the Mner’s pneunoconi 0si s

contributed to his disabling respiratory inpairnment. Thus, the
M ner has not only established a material change in condition, but
entitlenment to benefits.? Next to be considered is the claim of
his wi dow, the C ai mant herein.

Death Due to Pneunbconi osi s

The C ai mant filed her survivor’s clai mon Septenber 27, 1994.
Entitlement to benefits nust be established under the regul atory
criteria at Part 718. See Neeley v. Drector, OACP, 11 B.L.R 1-85
(1988). As the existence of pneunpbconiosis established in the
mner’s claimserves in Claimant’s favor, the only issue left to be
resolved with respect to her claimis whether or not the Mner’s
deat h was due to pneunobconi osi s.

Section 718.205 provides that benefits are available to
eligible survivors of a mner whose death was due to
pneunoconi osis. An eligible survivor will be entitled to benefits
if any of the following criteria are net:

1. Were conpetent nedical evidence establishes that the
m ner's death was due to pneunobconi osi s;

2. Where pneunoconiosis was a substantially contributing
cause or factor leading to the mner’s death or where the
deat h was caused by conplications of pneunobconi osis.

3. Where the presunption set forth in 8 718.304 (evidence
of conplicated pneunoconi osis) is applicable.

20 C.F.R § 718.205(c).

Pneunoconiosis is a substantially contributing cause of a
mner’'s death if it hastens the mner’s death. 8718. 205(c) (5).
The circuit courts devel oped the “hasteni ng death” standard, which
requires establishment of a |esser causal nexus between
pneunoconi osis and the mner's death. Thus, pursuant to Peabody
Coal Co. v. Director, OACP, supra., pneunpconiosis 1is a
substantially contributing cause of deathif it hastens the mner’s
death in any way.

’l do not find the nedical opinion evidence subnmtted with
the prior claimsufficient to outweigh the nost recent evidence
of record. While fully reviewed, it will not be detailed herein,
but is incorporated by reference, as sane was fully set forth by
Judge Huddl eston in his Decision and Order of Cctober 2, 1985.
(DX 51).
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Wil e the Seventh Circuit has held that it is inappropriate to
give greater weight to the prosector nerely because of his status
as such, Peabody Coal Co. v. MCandl ess, 255 F.3d 465 (7'" Cir.
2001), having taken this holding into account, |I nonethel ess credit
t he medi cal opi nion of the prosector, Dr. Heidingsfel der, supported
as it is by the opinions of Drs. Cohen, Long, Murthy and MacLennan,
in determning that the Mner’s pneunoconi osis did indeed, hasten

his death. For the reasons set forth above, | find their opinions
to be better-reasoned, nore persuasive and worthy of greater
wei ght . Accordingly, | find that death was hastened by

pneunoconi osi s pursuant to 20 C.F. R Section 718.205(c)(5).

Entitl enent

The d ai mant has established that the Mner was entitled to
benefits during his lifetinme, augnented for one dependent. The
Cl ai mant has al so established that she is entitled to survivor’s
benefits.

Date of Entitl enment

Odinarily, the date of conmencenent of benefits is determ ned
by the date of onset of total disability. 20 C.F.R 725.503;
Rochester & Pittsburgh Coal Co v. Krecota, 868 F.2d 600 (3¢ Cr.
1989). If nedical evidence does not establish the date on which a
cl ai mant becane totally disabled due to pneunpbconiosis, then the
claimant is entitled to benefits as of his filing date. This is
the case unless there is nedical evidence which, if credited
i ndicates that the clai mant was not totally di sabl ed at sone point
subsequent to his filing date. See Lykins v. D rector, OACP, 12
BLR 1-181 (1989).

The Mner’'s claimwas a duplicate claimwherein a “materi al
change in condition” was established. Once a material change in
condition is denonstrated, the subsequent claimis to be considered
a new and viable claim Therefore, the filing date of the
subsequent cl ai mdeterm nes which substantive regul ations apply as
well as the earliest date fromwhich benefits may be awarded if the
mner is found to be entitled. Spese v. Peabody Coal Co., 11 BLR 1-
174, 1-176 (198), dism ssed with prejudice, Case No. 88-3309 (7N
Cr. Feb. 12, 1989) (unpub.). See al so Peabody Coal Co. v. Spese,
117 F.3d 1001 (7' CGr. 1997)(en banc) (the earliest date of onset
inamltiple clai munder Section 725.309 is the date on which that
claimis filed; the claimdoes not nerge with earlier clains filed
by the m ner).

The record in this case does not contain nedical evidence
establishing exactly when the Mner becanme totally disabled.
Therefore, paynent of benefits should begin as of May 1, 1988, the
first day of the nmonth in which the Mner filed his duplicate
claim
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Attorney's Fees

No award of attorney’'s fees for services to the Claimant is
made herein as no application has been received. Thirty days is
hereby all owed to the C aimant’s counsel for the subm ssion of such
an application and his attention is directed to Sections 725.365
and 725.366 of the regul ations. A service sheet show ng that
service has been nmade upon all parties, including the C ainmant,
must acconpany the application. Parties have ten days follow ng
recei pt of any such application within which to file objections.
The Act prohibits the charging of a fee in the absence of an
approved application.

ORDER

It is hereby ORDERED that the Enployer, O d Ben Coal Conpany
shal | :

1. Pay to the Estate of Hugh Hyslop all benefits to which the
M ner was entitled comencing as of May 1, 1988 until the nonth
prior to his death on Septenber 3, 1994,

2. Pay the C aimant, Bernice Hyslop, all benefits to which
she is entitled under the Act comencing as of the nonth in which
the M ner died; and

3. Pay the Claimant’s attorney fees and expenses to be
established in a suppl enental decision and order.

MENT J. K

Adm ni strative Law Judge

NOTI CE OF APPEAL RI GHTS

Pursuant to 20 CF. R § 725.481, any party dissatisfied with
this Decision and Order may appeal it to the Benefits Revi ew Board
within 30 days fromthe date of this decision, by filing a notice
of appeal with the Benefits Review Board at P.QO Box 37601,
Washi ngton, D.C. 20013-7601. A copy of a notice of appeal nust
al so be served on Donald S. Shire, Esquire, Associate Solicitor for
Black Lung Benefits, Frances Perkins Building, Room N-2117, 200
Constitution Avenue, NW Washington, D.C. 20210.
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